Although scrapie has been studied for many years, the nature of the scrapie agent remains obscure (14) . In spite of a number of unusual properties, this agent has been generally considered to be a virus (9, 13) . In a previous study, repeated daily injections of 6,000 units of interferon failed to protect mice challenged intracerebrally (ic) with about 5,000 median lethal dose (LD50) of the scrapie agent (10) . In another study repeated injections of statolon, an interferon stimulator, failed to protect mice from intraperitoneal (ip) challenge with a 10% scrapie mouse brain suspension which usually contains an extremely large challenge dose. However only 12 and 6 mice were included in the statolon treated and nontreated groups, respectively (6) . In both of these experiments a very large challenge dose of the scrapie agent was used, and it seems possible that even a moderate protective effect of interferon might have been overwhelmed by these large challenge doses (2, 8) . This is particularly true since the scrapie agent was injected ic in the first experiment, and, at least in the rabbit, there exists a strong blood-brain barrier to interferon (4 In a previous study, scrapie-infected mice were shown to have normal brain interferon titers following ic challenge with West Nile virus or rabies virus (15) . The first time point tested was one month after scrapie infection (15) . Studies with several other chronic viral infections in mice have demonstrated a suppressed ability to respond to interferon inducers only during the acute phase of the viral infection (11, 12) . We considered it possible that a similar transient suppression of interferon production might occur in scrapie-infected mice, particularly since it has been demonstrated that the scrapie agent does replicate in the lymph nodes and spleen following peripheral injection.
Experiments were therefore performed to determine if scrapie-infected mice had a normal serum interferon response to In Cn and Newcastle disease virus (NDV). Mice were injected ip with either 1,000 LD50 of the scrapie agent or a similar dilution of a normal mouse brain suspension and then, at various time intervals, five mice from each of these two groups were injected ip with either 100 ,ug of In. Cn or intravenously (iv) with 108 3 plaque-forming units of NDV. These mice were bled by decapitation 8 hr after injection of the In-Cn or NDV, and their serum was pooled. As shown in Table 1 , scrapieinfected mice had a normal serum interferon (6, 10, 15) . However, in a very recent study, which has VOL. 6, 1972 appeared only in abstract form, tilorone-hydrochloride, which is both an interferon stimulator and an immune enhancer, was reported to protect mice challenged subcutaneously with the scrapie agent. (K. W. Cochran, Abstr. Annu. Meeting Amer. Soc. Microbiol. 1972, p. 232). The role of interferon in this system will undoubtedly be tested.
In the present study scrapie infection was not influenced by continuous In Cn treatment, even when a low challenge dose of the scrapie agent was injected peripherally. Negative findings like the present study cannot absolutely rule out a possible interaction of interferon and scrapie. For example, there are viruses like lactic dehydrogenase virus which are relatively resistant to the action of interferon, and an effect of an interferon inducer can be detected only by careful quantitative assays of virus levels in the blood or tissues (5) . Also interferon production in some instances is elicited only by certain strains of a particular virus group (1).
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